involved controlled exercise on a bicycle ergometer, the second series was based on sampling of muscle venous blood after controlled ischaemic exercise, and a third series of experiments was carried out to see whether the rate of enzyme inactivation was different in carriers of Duchenne dystrophy compared with controls. These methods were not found to improve the carrier detection rate based upon serum CK estimation.
Reliable carrier detection is the basis of genetic counselling for those women who may carry the gene responsible for x-linked muscular dystrophy of the Duchenne type. Studies of known carriers, determined by having an affected male relative and an affected male child, have shown that about 70 % have a raised mixed venous creatine kinase (CK). This is presumed to be due to a leakage of the enzyme ftom the muscle fibres involved by the dystrophic process; this leakage may be increased by exercise (Emery, 1967) . It has been observed that the serum CK of normal women tends to rise during the day (Thomson, 1968) . A diurnal rise in serum CK was reported by Stephens and Lewin (1965) to occur in carriers but not in normals. It is likely that this diurnal variation is due to muscular activity during the day; though no consistent rise in serum CK was found after moderate exercise in either normals or known carriers by Hudgson, Gardner-Medwin, Pennington, and Walton (1967) . The problem remains that 25 to 30 % of known carriers for the gene for Duchenne dystrophy can not be detected by serum CK estimations, either resting or after exercise (Hudgson et al., 1967; Emery, 1969) . Studies of other parameters including muscle histology (Pearce et al., 1966; Emery, 1965) , quantitative electromyography (Gardner-Medwin, 1968) , muscle lactate dehydrogenase isoenzymes (Johnston, Wilkinson, Withycombe, and Raymond, 1966) , and total body potassium (Blahd, Cassen, and Lederer, 1964; Blahd, Lederer, and Cassen, 1967) have done little to increase this detection rate. Roy and Dubowitz (1970) been shown that ischaemia will provoke a rise in the serum CK in dystrophic patients but not in normal subjects (Lanari, Gonzalez Perez, and Semeniuk, 1970 Serum CK activity was measured by the method described by Pearce, Pennington, and Walton (1964 Table 1 . RESULTS 
AND DISCUSSION
The results are given in Table 1 . Previous observations in normal subjects (Vejjajiva and Teasdale, 1965; Griffiths, 1966) We are grateful to Professor J. N. Walton and Dr. R. J. T. Pennington for their help and encouragement, to Mrs. Hazel Potts for carrying out the serum creatine kinase analyses, and to subjects and normal volunteers for their cooperation.
